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[ Abstract)

thermia (WBH) in rats anesthetized using propofol and chloral hydrate, and to explore the pathway of any hippocam-

Objective  To observe the expression of neuron apoptotic protein caused by whole body hyper-

pal neuron apoptosis induced by WBH. Methods Sixty-three male Wistar rats were randomly divided into 3
groups, 21 in each group. One group received neither anesthesia nor WBH treatment as a control (group A) ; group
B were anesthetized with an intraperitoneal injection of 100 mg/kg of propofol; group C received a similar injection of
chloral hydrate. This was followed by WBH ( keeping the rats’ core temperature at 42° for 30 min) for all three
groups. The rats’ brains were then removed 24 h after WBH to separate the hippocampal CA1, CA2 zones and the
dentate gyrus regions. Any neuron apoptosis was detected using the TUNEL method ; Bax/Bel-2/ caspase-3 protein ex-
pression was measured with a SABC immunohistochemical technique; and the changes in ultrastructure were observed
Results

hippocampus changed after WBH were the most severe in group C. The changes included edema of the organelles,

with an electron microscope. Compared with group A, the changes in the ultrastructure of neurons in the

vacuolization of mitochondria, rarefaction of the endocytoplasmic reticulum, incomplete synaptic membranes and auto-
phagy. Both the number of apoptotic neurons and the expression of Bax and capase-3 protein in the hippocampus in-
creased in the following order; group A < group B < group C. Expression of Bel-2 protein in the hippocampus in-
creased in the following order; group A < group C < group B. Conclusion Hippocampal apoptosis induced by
WBH involves upregulating the expression of Bax and caspase-3 and downregulating the expression of Bel-2.
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